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Protective Effects of Hydrogen Sulfide in Rats with Acute Myocardial Ischemia by Down - tegulating of Glucose Regulated Protein 78
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Abstract Objective

diated by alteration of the expression of GRP78 in rats. Methods

Guo Yaqiong, Li Hongbao, Lu Yan, Fu Xiaolin, Chen Hongmei,Zheng Tianzhen. Department of Physiology, Basic Medical

To investigate whether protective effects of hydrogen sulfide (H,S) in the myocardial ischemia injury are me-

Thirty — six SD rats were randomized into control group, myocardial is-

chemia group (4, 8, 12 and 24h) and H,S administration group. Myocardial ischemia was induced by subcutaneous injection of isopri-

nosine hydrochloride through multisite and multipath way protocol.

NaHS (5.6pumol/kg) ,

the donor of H,S, was intraperitoneal injected

after 24h of ischemia and 15min before drawing the materials. The electrocardiogram, myocardial enzymes and histological changes were

detected to define the myocardial ischemia. The GRP78 mRNA expression was detected by RT — PCR and real time - PCR in myocardi-

um. Results

cantly decreased the expression of GRP78 mRNA in myocardial ischemia 24h group. Conclusion

The expression of GRP78 was significantly increased in myocardial ischemia groups than that in control group. H,S signifi-

H,S produces probably protective

effects in myocardial ischemia injury which is partly mediated by decreasing of the expression of GRP78.
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